When assessing 
Nevertheless, for Pavlovian conditional fear responses slices was expressed presynaptically, they demonstrated that induction of this plasticity depended on elicited by a conditional fear stimulus, it is true that the ABL is required to mediate between the sensory world postsynaptic activation. In some studies, neural activity was found to increase and motor effectors. As a result, lesion studies alone cannot provide complete justification for the view that during early training but then "reset" as training continued ( When tested drug free, the rats showed no evidence of possible that the ABL, while essential, is also part of a distributed network that encodes the fear memory. For having been conditioned.
When drugs are infused into the amygdala before example, as noted, there is compelling evidence that plastic changes occur in regions that are afferent to the training, the drug will affect processes that occur both during and after training. This is important, since it is ABL, such as thalamic and cortical sensory systems that process CSs (see Weinberger, 1995) . Additionally, well established that posttraining infusion of drugs into the ABL can affect the memory for tasks that depend cortical areas that are both afferent and efferent to the ABL (e.g., perirhinal cortex, the hippocampal formation, on the hippocampus or striatum (e.g., Packard et al., 1994). However, Maren et al. (1996a) found that while and sensory cortex) may participate with the ABL in the long-term encoding of fear. It remains for future research immediate pretraining infusion of AP5 into the ABL blocked acquisition of conditional fear, immediate postto determine whether these distributed representations exist and, if so, to unravel their nature. training infusion of the same drug had no effect. Similarly, A. E. Wilensky et al. (1998, Soc. Neurosci., abstract) injected muscimol into the ABL immediately before or
